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Partial Splenic Embolization Treatment in Patients with Portal Hypertension and Hypersplenism
Xuan Zuqi, Yang Renjie, Liu Gennian , et al. Institute of Interventional Radiology , Third Hospital of Bei-
jing Medical Unviersity , Beijing 100083

Purpose: To analyse the results treated with partial splenic embolization(PSE) in 36 patients with
portal hypertension and hypersplenism caused by cirrhosis in order to determine the effective observation in-
dex , the range of embolization and the clinical value of PSE. Materials and Methods: All the patients had
low peripheral blood count , especially low leukocyte and platelet before the operation . After being selected
inserting splenic target artery , all the patients were made angiography and were embolized with particulate
gelatin sponge that was soaked by antibiotic . Results: The rate of success with the splenic embolization
technique was 100% . Peripheral blood leukocyte and platelet count in 30 Cases were up to normal, Scases
were partially recovered, 1 case didn’t change. Prothrombin time shorted, Prothrombin Activity and the
quantity of immunoglobulin increased and the edgree of esophageal varices decreased slightly after the oper-
ation. The patients appeared postembolization syndrom, who had fever and abdominal pain and no severe
complication happened. Conclusion: PSE is a safe and effective treatment technique , which not only reduces
hypersplenism, but also reserves the splenic immunity. For some degree, it can reduce the symptom of por-
tal hypertension too. The range of PSE is suitable from 30% to 80% The quantity and the function change
of leukocyte and platelet, especially that of the later, is a reliable observation index after PSE.
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